W M, man aged 56. Butcher History: Admitted as an emergency to the coronary care unit of the University Hospital of Wales following the sudden onset of acute dyspnoea and burning central chest pain.
On examination: In severe respiratory distress with warm, sweating skin; pulse 120 per minute, increased volume; blood pressure 120/60 mmHg. Auscultation of the precordium revealed a harsh ejection systolic murmur and an early diastolic murmur at the left sternal edge in the 4th intercostal space. Fine rales throughout both lung fields. Chest X-ray showed pulmonary oedema. An electrocardiogram showed 1st degree A-V block, a deeply negative P terminal force in lead V1 and the voltage criteria of left ventricular hypertrophy. No 28 over the next 16 hours. Intermittent positive pressure ventilation was instituted and 28 hours after admission cardiac catheterization was performed. This revealed a pulmonary artery pressure of 65/20 mmHg and a mean pulmonary wedge pressure of 36 mmHg with a 'V' wave of 72 mmHg. There was a systolic gradient of 58 mmHg across the left ventricular outflow tract. An aortogram revealed a very large aneurysm of the noncoronary sinus of Valsalva which had ruptured into the left atrium (Fig 1) . Emergency repair of the aneurysm was performed using cardiopulmonary bypass. At operation the noncoronary sinus of Valsalva was deficient, an orifice approximately 1.5 cm in diameter occupying almost the whole of the sinus above the valve ring. This led to a chamber approximately 6 cm in diameter and spherical in shape and there was a tear in its wall, approximately 2 cm in length, diametrically opposite to the mouth of the aneurysm. A probe passed through this tear passed into the left atrium. After repair of the aneurysm, there was no systolic gradient between the left ventricle and the aorta. The preoperative gradient was therefore thought to be due to the aneurysm bulging into the left ventricular outflow tract.
The patient made an uneventful postoperative recovery, being discharged from hospital 16 days after surgery. He has remained well since discharge, his exercise limitation being Grade I on the New York Heart Association Scale.
Discussion
Aortic sinus aneurysms are rare. They are most commonly congenital and usually arise from the right coronary sinus, less frequently from the noncoronary sinus and rarely from the left coronary sinus. If rupture occurs it is most commonly into the right side of the heart but occasionally into the left ventricle, pericardium, pulmonary artery or it may communicate with a fistulous cavity in the interventricular septum. As far as I know only four cases have been reported of rupture into the left atrium (Kay et al. 1959 , Heiner et al. 1961 , Beck et al. 1964 , Beach & McClenathan 1966 , none of which presented as acute pulmonary occurring in a previously healthy person. On Day 2 a persistent fever was noted. No cause was found and the patient was treated with ampicillin. On Day 5 the wound broke down and she complained of severe local pain. The patient was transfused four units of blood. On Day 8 the intravenous sites became infected and the patient was started on lincomycin and gentamicin.
At no time did any of the repeated bacteriological investigations produce any organism. On Day lIthe patient was anticoagulated for a right ileofemoral vein thrombosis. The gangrene present around the wound was noted to be extending and her general condition was causing serious concern. On Day 14 a radical excision of all infected and necrotic tissue in the anterior abdominal wall was performed, leaving the peritoneum intact. Six days following the excision, split skin grafts were applied to the peritoneum.
The histology of the excised tissue gave no histological clue as to the etiology and the gram stain failed to reveal any organism.
One year later reconstruction of the abdominal, wall was started. The split skin graft was excised and the defect covered with a full thickness skin graft. These procedures were complicated by a persistent pseudomonas infection. The patient was extensively investigated for immunological abnormalities but none was demonstrated.
This rare condition of progressive bacterial synergistic gangrene was described by Brewer & Meleney in 1926, and in 1931 Meleney produced his definitive article describing the disease and, its bacteriology. Classically the infected wound has a central area of necrotic granulation surrounded by a raised purplish zone. Beyond this the skin is erythematous for a variable distance.
